Considerable quantities of L-threonine are metabolized by Trypanosoma brucei brucei during the exponential phase of growth to yield glycine and acetate in equimolar amounts (Cross etal., 1975). Thiscatabolic pathway occurs in both bloodstream and culture forms of T. b. brucei.
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Considerable quantities of L-threonine are metabolized by Trypanosoma brucei brucei during the exponential phase of growth to yield glycine and acetate in equimolar amounts (Cross etal., 1975) . Thiscatabolic pathway occurs in both bloodstream and culture forms of T. b. brucei.
Investigations using cell homogenates have shown that the pathway involves a NADlinked threonine dehydrogenase (EC 1. I. 1.103) and an 'aminoacetone synthase' (acetyl-CoA-glycine ligase) similar to the pathway described for a species of Arthrobacter by McGilvray & Morris (1969) (Klein & Linstead, 1976) . The second enzyme in this catabolic pathway, which requires CoA as a substrate, cleaves a-amino-&oxobutyric acid to yield acetyl-CoA and glycine. Because of the instability of a-amino-8-butyric acid at neutral pH and room temperature (Laver et al., 1959) , we assayed this enzyme in the reverse direction by showing that acetyl-CoA and glycine reacted together with the release of free thiol groups, determined by using Ellman's reagent. Threonine dehydrogenase activity has been detected in a number of trypanosomatid flagellates, but is highest in culture-form T. b. brucei.
The generation of acetate through the operation of this pathway leads naturally to the question whether acetyl-CoA can be converted into acetate by these organisms.
The hydrolysis of acetyl-CoA by disrupted cell preparations was followed spectrophotometrically by using Ellman's reagent [5,5'-dithiobis-(2-nitrobenzoic acid)] to assay for the release of free thiol groups in the form of CoA (Ellman, 1959; Srere et al., 1963) . Deacylase capability has been demonstrated in Crithidia fasciculata, T. 6 . brucei (bloodstream form) strains S42,427 and MIAG 103, and in the Schizotrypanum species Trypanosoma cruzi (Sonya strain), Trypanasoma dionisii and Trypanosoma vespertilionis. After the demonstration by Costa & Snoswell(l975) that acetyl-CoA hydrolase activity(EC3.1.2.l)inrat and sheepliver homogenateswas theresult ofthecombinedaction of carnitine acetyltransferase (EC 2.3.1.7) and acetylcarnitine hydrolase, we investigated the effect of adding L(-)-carnitine on the deacylase activity of our preparations. When L(-)-carnithe chloride was added to the assay mixture (lOOmM-Tris/HCI, pH 8.1 ; 0.1 1 mM-acetyl-CoA; 25°C; double-cuvette assay) to give a final cuvette concentration of 3 m~, a marked stimulation of deacylase activity was observed as judged by the reaction of 5,5'-dithiobis-(2-nitrobenzoic acid) with the free thiol groups produced. Typical spectrophotometric traces obtained with preparations of T. cruzi (Sonya strain) and T. b. brucei S42 (bloodstream form) are shown in Fig. 1 . Costa & Snoswell(l975) found that the acetyl-CoA hydrolase reaction in crude homogenates was not affected by the addition of L(-)-carnitine unless the homogenates were pretreated by column chromatography with Sephadex (3-25. We observed a somewhat different situation, in that crude homogenates were sensitive to added L(-)-carnithe, suggesting perhaps that the endogenous carnitine concentration was considerably lower 
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The release of free thiol groups was followed with Ellman's reagent, and measurements were made at 412nm. Table 1 . Acetyl-CoA deacylase activity in cell lysates prepared from various trypanosomatid flagellates Enzyme activity was assayed by using Ellman's reagent to titrate the free thiol groups produced by the reaction: Initial experiments have suggested that the deacylation of acetyl-CoA may be sensitive to the presence of added nucleoside di-and tri-phosphates. In the absence of added L(-)-carnitine GDP was stimulatory, whereas ADP and ATP were inhibitory. Typical results for 0 . 5 m~ added nucleoside phosphate were for T. 6. brucei MIAG 103, GDP +loo% and ADP -32 %, and for T. b. brucei 427, GDP +75 %, ADP -31 % and ATP -49 %. In the presence of added L(-)-carnitine results appeared equivocal. Attempts to demonstrate substrate-level phosphorylation of GDP analogous to that observed in Trichomonus spp. containing hydrogenosomes (Muller, 1975) were unsuccessful.
The significance of the stimulation by carnitine of acetyl-CoA hydrolysis may be related to either the site of infection, especially for T. cruzi, as suggested by Wood & Schiller (1975) or a mechanism for relieving 'acetyl pressure' (Costa & Snoswell, 1975) during the breakdown of large amounts of threonine.
